Forskolin counteracts the effects of the organophosphate soman at the neuromuscular junction.
When neuromuscular transmission had been blocked using an organophosphate, function could be restored by treatment of the muscle with forskolin which increases the rate of desensitization of the nicotinic acetylcholine receptor. This suggests that excess post-synaptic depolarization due to acetylcholinesterase inhibition might be reversed by procedures which promote receptor desensitization.